). Therefore, similar to what has gans as a model for studying neuron/target communibeen shown for a specific class of head motorneurons cation, we report that unc-75 mutant animals display
leads to a partial recovery of the enteric muscle contracHence, an increase in temperature cannot rescue the effect of a decrease in the neurotransmitter at the neurotion defects in unc-75 mutants while it has no effect on unc-25 mutants ( Figure 1D ). Since the unc-75 allele that muscular junction, but it can rescue impairments in the synaptic release machinery. The reduction in synaptic we used for this assay is a molecular null allele (described below), this effect cannot be explained by a vesicle release in unc-13/64 hypomorphs down to suboptimal conditions may uncover the intrinsic temperacold-sensitive nature of the protein product.
Since this temperature sensitivity may reveal clues ture sensitivity of synaptic vesicle release observed in electrophysiological recordings [19] . The phenotypic about the step at which unc-75 affects neurotransmission, we tested the temperature sensitivity of the ric similarity between unc-75 and synaptic vesicle release mutants may indicate a role for unc-75 in regulating phenotype of mutant animals compromised in the availability of neurotransmitter at the synapse, by using a some aspect of synaptic vesicle release. hypomorphic allele of the vesicular ACh transporter unc-17 [17] , or compromised in the synaptic vesicle release unc-75 Encodes an RNA Binding Protein We elucidated the molecular identity of the unc-75 locus step, by using hypomorphic alleles of unc-64/syntaxin [18] and unc-13 [10]. We found that the synaptic transthrough SNP mapping, transformation rescue, and determination of molecular lesions ( Figure 2 and the Supmission defect of hypomorphic unc-64/syntaxin and unc-13 alleles is most apparent at 15ЊC but is almost plemental Data). All 12 available unc-75 alleles appear phenotypically indistinguishable. When placed over a completely rescued at 25ЊC, thus showing a strong similarity to the unc-75 mutant phenotype ( Figure 1C) . In chromosomal deficiency, the locomotory defects of the e950 deletion allele are not enhanced; also, no stable contrast, a hypomorphic allele of the vesicular ACh transporter unc-17 remains resistant to aldicarb at both unc-75 mRNA can be detected in unc-75(e950) animals. These two pieces of data suggest that e950 represents a temperatures. Similarly, the defecation defect in GABA null mutants is unaffected by temperature ( Figure 1C) . null allele. Since e950 animals are viable, unc-75 cannot to UNC-75 to Affect Synaptic Transmission We extended our functional comparison of UNC-75 and
